Pulmonary artery banding for ventricular defect was followed in two patients by spontaneous closure of the defect. In one patient a high pressure persisted in the right ventricle after the closure of the defect. At improved considerably and was regularly followed up as an outpatient.
Pulmonary artery banding for ventricular defect was followed in two patients by spontaneous closure of the defect. In one patient a high pressure persisted in the right ventricle after the closure of the defect. At operation the band on the pulmonary artery was removed and the spontaneous closure of the ventricular septal defect confirmed. In the second patient low pressures were found at postoperative catheterization 8 years after banding. (Bloomfield, I964) . The first report of spontaneous closure of ventricular septal defect after banding of the pulmonary artery in infancy was made by Edgett et al. in i968, i6 years after pulmonary artery banding was first performed by Muller and Dammann (1952) . We report two instances of spontaneous closure of the ventricular septal defect following banding of the pulmonary artery in infancy.
Case reports
Case I This female infant was referred at the age of 6 months in December I962 for recurrent chest infections and a systolic murmur over the praecordium. There was nothing relevant in the family history. Physical examination showed a moderately developed child with no cyanosis or clubbing, readily palpable femoral pulses, cardiomegaly, with loud pulmonary second sound, and a pansystolic murmur at the lower left sternal edge. Chest x-ray showed cardiomegaly, dilated pulmonary arteries, and plethoric lung fields. The improved considerably and was regularly followed up as an outpatient.
In April I968 when she presented for review she was well developed, with no cyanosis or clubbing. There was cardiomegaly with left parasternal heave, widely split pulmonary second sound, and systolic thrill and murmur over the left stemal edge. Electrocardiogram showed right ventricular hypertrophy. With a view to further corrective surgery she was catheterized again, when the pressure in the right ventricle was found to be I20/0 mmHg and that of the main pulmonary artery beyond the band I5/I0 mmHg. Oximetry and angiocardiography showed no evidence of a shunt. The absence of shunt was considered to be due to balanced pressures in the ventricles or spontaneous closure of the ventricular septal defect.
In March I970 surgical exploration was undertaken. It was found that the ventricular septal defect had closed spontaneously and debanding of the pulmonary artery was done with an uneventful recovery. She continues to be well with a grade 1-2/6 systolic murmur over the left sternal edge.
Case 2 This baby was referred in August I962 at the age of 2 months for failure to thrive. There was nothing relevant in the family history. Physical examination showed an undernourished child with no cyanosis or clubbing, but obviously dyspnoeic. The femoral pulses were easily palpable. There was no cardiomegaly. Heart sounds appeared normal with a pansystolic murmur at the lower left sternal edge. The liver was palpable and tender. No abnormalities were present in the other systems. Chest x-ray showed no cardiomegaly and the lung fields appeared plethoric. The electrocardiogram did not show any abnormalities. Cardiac catheterization and angiocardiography undertaken in September I962 (Table) after adequate treatment of cardiac failure showed (Moore, Vlad, and Lambert, I965) . However, spontaneous closure of ventricular septal defect after banding appears to be unusual. To date very few cases have been reported (Edgett et al., I968; Murthy et al., I968; Stark, Tynan, and Aberdeen, I970) . This rarity is probably related to the large size of the defects in cases requiring banding in infancy. The two cases here reported are found from a series of ioo cases of banding done in this department, most of which formed the basis of the report by Grainger et al. in I967.
The mechanism of closure is not yet known for certain. French (I9I8) thought that the closure occurred because the defect did not get enlarged in proportion to the growth of the heart, while Weber (I9I8) postulated the contraction of the fibrous rim around the defect to be responsible for closure. Based on observations at necropsy (Majka, Ryan, and Bondy, I960) and during operations (Hoffman et al., I960; Wade and Wright, i963), it was considered that the septal leaflet of the tricuspid valve might functionally close a high ventricular septal defect in the membranous septum. Edwards (1953) suggested that the ovoid defect in the muscular portion of the septum in the course of events might lengthen to a point where the two edges almost met and finally got closed by fibrous tissue leaving subtle pathological residue, while Evans, Rowe, and Keith (I960) 
